Cutaneous lymphoid infiltration is common histology seen in the day-to-day practice of dermatopathology. The reasons for this infiltration can range from a spontaneously remitting pseudolymphoma such as Jessner's infiltration to a sinister and aggressive cytotoxic T-cell lymphoma. Before analyzing the slide, the clinical perspective needs to be borne in mind as a diagnosis can never be made in isolation, especially in dermatopathology. In this article, we discuss in brief the various common cutaneous lymphoid infiltrative entities encountered in routine practice, discuss the differentiating features, and suggest an algorithmic approach to arrive at the possible diagnosis. This is an open access journal, and articles are distributed under the terms of the Creative Commons Attribution-NonCommercial-ShareAlike 4.0 License, which allows others to remix, tweak, and build upon the work non-commercially, as long as appropriate credit is given and the new creations are licensed under the identical terms.
IntroductIon
Skin is not a mere barrier but plays an active role in the immune system of the body. [1] It is a rich source of antigen-presenting Langerhans cells along with the ability of epidermal cells to produce cytokines and influence T-cell maturation. [2, 3] It also has skin-associated lymphoid tissue (SALT) similar to mucosa-associated lymphoid tissue (MALT) seen in the bronchial tree and gastrointestinal system. [4] However, unlike MALT which has prominent lymphoid follicles rich in B-cells, SALT is characterized by the presence of Langerhans cells and predominantly memory T-cells. [1] This makes the profile of inflammatory and lymphomatous lesion of the skin distinct with a higher predominance of T-cell-rich lesions.
Cutaneous lymphoid infiltration is always a challenge for a dermatopathologist to provide a precision diagnosis as a large consort of both nonneoplastic and neoplastic lesions can present with cutaneous lymphoid infiltration. The diagnosis can be arrived at including clinical correlation and histopathological patterns with immunophenotyping and molecular studies, whenever needed. This review provides an attempt for an algorithmic approach in cutaneous lymphoid infiltrates, briefly outlining the salient features of clinical entities with their histological patterns.
The most important aspect of histopathology remains recognition of patterns and cytomorphology by a pathologist. [5] There are two major patterns of cutaneous lymphoid infiltrations, i.e., a predominant dermal or a predominant epidermotropic infiltration (EI) pattern. [6, 7] Hence, it is pertinent to remember the thumb rule of histological patterns of T-cell and B-cell lymphoid infiltrates as enumerated in Table 1 .
EpIdErmotropIc InfIltratIon pattErn
The EI pattern is characterized by infiltration of the epidermis by neoplastic lymphoid cells, with prototype lesion being mycosis fungoides (MF). [8] In contrast, exocytosis refers to reactive lymphoid cells infiltration into epidermis and is being synonymously used as epidermotropic pattern. Due to archetypal homing character of T-cells, all cases of epidermotropic lymphoid cells are always of T-cell type. [7] However, there are other neoplastic and nonneoplastic lesions [ Table 2 ] which can have a predominant epidermotropic pattern. The major histological differences between neoplastic and nonneoplastic EI are enumerated in Table 3 .
Immunophenotyping/immunohistochemistry (IHC) is a powerful and useful adjunct to assess lymphoid infiltrates using cluster differentiation (CD) markers. [9] To ascertain nature of lymphoid infiltrates, a T-cell marker (CD3) and a B-cell marker (CD20) are used followed by proportion of T-cells, CD4 (helper T-cell) and CD8 (cytotoxic T-cell) IHC, i.e., CD4:CD8 ratio which is normally 2:1. [9] The skewed pattern of CD4:CD8 is an important clue to diagnosis of T-cell-rich infiltrate, e.g., CD4:CD8 ratio is seen increased in the early stages of MF whereas typically seen decreased in advanced stages. [10] An additional battery of IHC for CD2, CD5, and CD7 provides an insight into probable neoplastic nature of T-cells. Of these, CD7 is the first to be lost in the neoplastic T-cell proliferation. [11] However, many nonneoplastic T-cell proliferations may also show loss of T-cell markers, emphasizing the importance of clinical correlation. [10] Further molecular methods including antigenic receptor gene rearrangements and clonality of neoplastic process and T-cell receptor gene rearrangements using polymerase chain reaction can be done. However, they need to be interpreted carefully excluding false positives due to oligoclonality or preferential amplification. [12, 13] Nevertheless, molecular methods are most suited to identify clonality and diagnose neoplastic cutaneous lymphoid infiltrates. [12] nonnEoplastIc lEsIons wIth EpIdErmotropIc pattErn
Lymphomatoid contact dermatitis and lymphomatoid drug reaction
Lymphomatoid contact dermatitis (LCD) is a type of chronic contact dermatitis with a consistent history of exposure to allergens. [14] Lymphomatoid drug reaction (LDR) presents as a reaction following the administration of drugs such as anticholinesterase inhibitors, antidepressants, antihistamines, beta-blockers, benzodiazepines, and lipid-lowering agents. [15] Both LCD and LDR present in adults as eczematous papules, patches, or plaques. LCD lesions, in addition, are pruritic.
Histomorphology of LCD and LDR shows spongiotic epidermis with pseudo-Pautrier collections accompanied with exocytosis of reactive lymphoid cells having uniform nuclei admixed with eosinophils. The IHC reveals admixture of both CD4+ and CD8+ T-cells with few large CD30+ immunoblasts in the epidermis and upper dermis [ Figure 1 ]. [14, 15] 
Actinic reticuloid
Actinic reticuloid (AR) is associated with severe photosensitivity seen over face and neck in the middle and elderly males. The AR lesions are persistent erythematous lichenoid papules and plaques. [16] On histology, AR is characterised by psoriasiform hyperplasia with spongiosis and epidermotrophic lymphocytic infiltrate composed of CD8+ T-cells having uniform nuclei admixed with few eosinophils. The papillary dermis, in addition, shows vertically arranged collagen fibers. [16] Cluster differentiation 8+ T-cell pseudolymphoma in immunodeficiency CD8+ T-cell pseudolymphoma (CD8+ TCPL) is seen exclusively in patients with severe immunosuppression, including advanced stage of HIV infection. It presents as a generalized hyperkeratotic pruriginous erythroderma. Histology shows epidermotropic and perivascular dermal infiltration by CD8+ lymphocytes with uniform nuclei.
[17]
Papuloerythroderma of Ofuji
Papuloerythroderma of Ofuji is a generalized itchy erythematous papule with a characteristic "deck-chair sign" pattern of distribution, seen usually in the seventh decade. [18] Histology shows prominent epidermotropism by an equal admixture of both CD4+ and CD8+ lymphocytes with a dermal perivascular infiltration by similar T-cells. In addition, accompanying eosinophils and plasma cells are also seen. [18] nEoplastIc lEsIon wIth EpIdErmotropIc pattErn
Mycosis fungoides (patch and plaque stage)
MF is an indolent cutaneous T-cell lymphoma (CTCL) which is more common in the elderly and can present in three stages -plaque, patch, and nodule. The four most important histological features to diagnose MF are (i) epidermotropism by atypical lymphocytes with minimal spongiosis, (ii) atypia of lymphocytes with nuclear hyperchromasia and nuclear convolutions, (iii) fibrosis of the papillary dermis, and (iv) dermal band of lymphocytic infiltration. [19] The Pautrier abscess is seen in 25% of cases and if present is a useful indicator of MF. [20] The nonneoplastic mimics can be differentiated by lack of spongiosis, lack of basal cell vascular degeneration, and presence of nuclear atypia. [19] The immunophenotype though not specific, aids in the diagnosis when used as a panel. The MF cells are CD3+, CD4+, CD8−, CD30−, and CD56− immunophenotype with an accompanying loss of T-cell antigens such as CD2, CD5, or CD7 [ Figure 2 ]. However, rare cases of MF with aberrant immunophenotype have been reported such as CD4−/CD8+, CD4−/CD8−, and CD56+; hence, clinical correlation is required for definite diagnosis in early stages. [19] The detection of clonal T cell receptor (TCR) gene rearrangement remains a sensitive tool in differentiating MF from its reactive mimics. [21] However, keeping the indolent nature of the disease, it is safe to not to diagnosis MF in cases with lack of definite histological and IHC phenotype. A close follow-up is advised with a repeat biopsy after a period of 3-6 months if the lesion progresses in doubtful cases.
Pagetoid reticulosis
Pagetoid reticulosis (PR) is a rare variant of MF and presents as erythematous solitary lesion over extremities. Histopathology shows psoriasiform hyperplasia of the epidermis with pagetoid proliferation of atypical lymphocytes having irregular hyperchromatic nuclei and moderate-to-abundant pale cytoplasm. [22] The important point to note is that there is a lack of dermal infiltration by atypical lymphoid cells as in classic MF having similar immunophenotype. [22] The other differential diagnosis includes primary cutaneous aggressive CD8+ epidermotropic T-cell lymphoma, which has a more aggressive presentation in contrast to indolent nature of PR and has much larger and atypical cells involving the dermis and subcutaneous fat as well. [23] 
Lymphomatoid papulosis (Type B and D)
Lymphomatoid papulosis (LyP) is a type of indolent lymphoma seen in the fifth decade with self-regression and is characterized by waxing and waning course of eruptive erythematous papules and plaques. Of many subtypes of LyP, B and D subtype present with a prominent epidermotropism by small-to-medium-sized lymphoid cells with pleomorphic nuclei and irregular nuclear contours. [24] The B-type LyP in addition has a band-like dermal infiltration of lymphocytes with CD4+/TIA-1+ immunophenotype, while the D type has a CD8+/TIA-1+ immunophenotype. Nearly 70% of cases of LyP are multiple myeloma oncogene 1 (MUM1)+ which may help in differentiating it from plaque/patch stage MF and primary aggressive CD8+ epidermotropic T-cell lymphoma. However, the diagnosis is based on clinical correlation with special emphasis on waxing-waning course. [24] 
Primary cutaneous cluster differentiation 8+ aggressive epidermotropic T-cell lymphoma
Primary cutaneous CD8+ aggressive epidermotropic T-cell lymphoma (PCAETCL) is a rare lymphoma enlisted as a provisional entity in the latest WHO classification. As the name suggests, PCAETCL presents de novo as diffuse erythematous and necrotic plaques without a preceding patch stage. [23] Histopathology shows a spongiotic or necrotic epidermis with extensive pagetoid epidermotropism by medium-sized atypical lymphocytes having irregular hyperchromatic nuclei.
In addition, dense band-like dermal infiltration by similar atypical lymphoid cells is also seen. The immunophenotype is of a cytotoxic T-cell, i.e., CD8+ and TIA-1+ with loss of T-cell antigens, CD2 and CD5. [23] The relentless progression, diffuse nature of plaque lesions, and cytotoxic immunophenotype separate PCAETCL from its CD8+ histological mimics, PR and MF. [19, 22] 
Primary cutaneous gamma/delta T-cell lymphoma
Primary cutaneous gamma/delta T-cell lymphoma (PCGDTCL) is a rare recently described lymphoma which forms 1% of all CTCL. This belligerent lymphoma has its origin from physiological γ/δ cytotoxic T-cells of innate immunity. PCGDTCL presents as generalized plaques or nodules with frequent ulceration. [25] The plaques show prominent epidermotropism while the nodules show extensive subcutaneous involvement. There is epidermotropism with dermal and subcutaneous infiltration by medium-sized atypical lymphocytes having irregular hyperchromatic nuclei. The cells show a characteristic immunophenotype of CD4−, CD8−, and TIA-1+. These cells show negativity for β-F1 chain which is a marker of α/β receptor. [25] The differential diagnosis includes NK/T-cell lymphoma (NKTCL) which is positive for CD56 and Epstein-Barr virus (EBV) by in situ hybridization (ISH). [26] 
NK/T-cell lymphoma
Skin manifestation of NKTCL is second only to nasal/midline lesions. The skin lesions may vary from plaque, patch, bullae, purpuric, or ulcers. Histologically, the atypical lymphoid cells have a dominant nodular dermal infiltration, with occasional instances of epidermotropism. [26] The neoplastic infiltrate shows an angiocentric pattern with angioinvasion, resulting in prominent necrosis [ Figure 3] . [26] The typical immunophenotype is of CD2+, CD56+, TIA-1+ with a consistent presence of EBV by in situ expression, which distinguishes it from its histological mimickers -PCGDTCL and lymphomatoid granulomatosis (LG). [25, 27] Adult T-cell leukemia/lymphoma Adult T-cell leukemia/lymphoma (ATLL) is a systemic disease which develops following integration of human T-cell leukocyte virus-1 DNA into the host cell DNA. Nearly 43%-72% of ATLL presents with skin lesions and is a close differential diagnosis for MF/Sezary syndrome, considering the consistent presence of a leukemic phase. [28] The cytomorphology of leukemic cells simulates clover leaf-shaped lobed nucleus which is a clue to diagnose ATLL. [29] The skin lesions vary from papules, plaque, to erythroderma. Epidermotropism by small-to-large atypical lymphoid cells is a constant feature. The immunophenotype resembles regulatory T-cells, i.e., CD3+, CD4+, CD25+, and FOX3P+, and negative for CD7. [28] The lack of a preceding patch stage, acute onset of symptoms, leukemic cell morphology, and immunophenotype differentiates it from Sezary syndrome. [19] A summary of the salient differences between neoplastic epidermotropic cutaneous infiltrates is enumerated in Table 4 , followed by a proposed algorithmic approach to a case with prominent epidermotropic cutaneous infiltrate as shown in Figure 4 .
dErmal InfIltratIvE pattErn
The dermal infiltrative pattern is a more common presentation in routine dermatopathological practice, encompassing a heterogeneous group of both inflammatory dermatoses and lymphoproliferative disorders (LPDs) [ Table 5 ]. For the ease of establishing an algorithm, both pseudolymphomas and neoplastic lymphoid proliferations are approached on the basis of cell size and immunophenotype of predominant cell population infiltrating the dermis.
nEoplastIc t-cEll-rIch dErmal InfIltratEs

Mycosis fungoides: Tumor stage
The tumor stage of MF and rare variants such as interstitial MF, follicular MF, and granulomatous MF are common neoplastic T-cell-rich dermal infiltrate without epidermotropism. [30] The tumor stage is usually preceded by patch and/or plaque stage and shows numerous large cells with brisk mitosis infiltrating dermis in vague nodules, associated with ulceration of overlying dermis. In contrast, follicular MF has atypical lymphoid cells ensheathing and infiltrating hair follicles. This rare variant is important to recognize as it needs more aggressive treatment when compared to conventional MF. [31] Granulomatous MF has atypical lymphoid cells admixed histiocytes and multinucleated giant cells and microgranulomas similar to cutaneous sarcoidosis. [32] Subtle histological clues include frequent presence of lymphophagocytosis and elastophagocytosis. Interstitial MF, as the name suggests, shows an interstitial distribution of atypical lymphoid cells and is difficult to diagnose. [33] The immunophenotype of these MF variants is similar to conventional MF. [30] T-cell lymphoblastic leukemia/lymphoma T-cell lymphoblastic leukemia/lymphoma (TCLL) is uncommon and presents as cutaneous nodules in children. It shows dense dermal infiltration by large blastic lymphoid cells which are positive for TdT and CD99. [34] Primary cutaneous small-medium cluster differentiation 4+ T-cell lymphoproliferative disorder Following MF, primary cutaneous small-medium CD4+ T-cell LPD is the most common cutaneous T-cell LPD presenting as a single papule or nodule. The dermis shows a diffuse infiltration by small-to-medium-sized lymphocytes having irregular noncerebriform hyperchromatic nuclei with a perivascular accentuation. These cells have a follicular helper T-cell phenotype, i.e., CD3+, CD4+, B-cell lymphoma (BCL) 6+, and PD1+. They usually show a loss of CD2 or CD7 and CD30 is negative. [35] 
Primary cutaneous acral cluster differentiation 8+ T-cell lymphoma
Primary cutaneous acral CD8+ T-cell lymphoma is a recently described rare entity, also known by indolent CD8+ lymphoid proliferation of ear. As the name suggests, lesions have been described to involve acral areas and ear. Histology shows a diffuse dermal infiltration by small-to-medium-sized lymphocytes having irregular nuclear contours. The lymphoid cells have a cytotoxic T-cell phenotype with CD3+, CD8+, granzyme B+ with variable loss of CD2 and CD5 while being negative for CD30. [36] Lymphomatoid papulosis (Type A, C, and rare variants)
The LyP type A has a dominant wedge-shaped dermal infiltrate composed of large CD30+ cells admixed with polymorphous inflammatory cell background. [24] LyP type C shows diffuse sheets of large CD30+ cells, making it a morphological mimic of cutaneous anaplastic large cell lymphoma (ALCL) [ Figure 5 ]. The differentiation shall rest solely on clinical presentation. [24] The rare variants include folliculotropic LyP, type E LyP, and LyP with DUSP22 rearrangements. The folliculotropic LyP shows wedge-shaped infiltration similar to Type A with perifollicular accentuation. [37] Type E LyP is characterized by the presence of destructive angioinvasive infiltration by medium-sized cytotoxic CD8+ T-cells. [38] More recently described LyP entity shows DUSP22 rearrangement with a characteristic biphasic pattern with superficial epidermotropic weak CD30+ infiltrate and diffuse deep dermal intense CD30+ infiltrate. [39] Primary cutaneous anaplastic large cell lymphoma Primary cutaneous ALCL occurs a solitary erythematous to ulcerated lesion in the seventh decade. There is a diffuse or vague nodular dermal infiltration by predominantly large CD30+ cells with pleomorphic nuclei and background showing polymorphous inflammatory cells. The dermal infiltrate extends into the subcutis. The CD30+ large cells form 75% of population and are characteristically negative for epithelial membrane antigen and anaplastic lymphoma kinase (ALK) as they do not harbor nucleophosmin-ALK fusion, unlike extranodal ALCLs. [40] The large cells have, in addition, a cytotoxic phenotype being positive for TIA-1 and granzyme B.
[40] A summary of the salient differences between neoplastic dermal lymphoid infiltrates is enumerated in Table 6 , followed by a proposed algorithmic approach to a case with prominent dermal lymphoid infiltrate as shown Figure 6 .
Lymphoproliferative disorders with dominant dermal infiltrate and frequent epidermotropism
Primary cutaneous NKTCL, primary cutaneous gamma/ delta lymphoma, and nodular type of primary epidermotropic CD8+ aggressive T-cell lymphoma are a group of LPDs which present with a dominant dermal infiltrate having frequent epidermotropism. [23, 25, 26] 
B-cEll-rIch dErmal InfIltratEs
B-cell-rich dermal infiltrates can be divided into two groups based on the composition of cells -B-cell dominant infiltrate and B-cell predominant infiltrate with admixed reactive T-cells.
B-cell dominant dermal infiltration
B-cell dominant dermal infiltration includes uncommon secondary infiltration of the dermis by nodal BCLs -chronic lymphocytic leukemia/small lymphocytic lymphoma, lymphoplasmacytic lymphoma, mantle cell lymphoma, and acute lymphoblastic leukemia/lymphoma. These infiltrates mirror the nodal cellular morphology and immunophenotype. [41] [42] [43] [44] In view of rare presentation, a diagnosis can only be made with a high index of suspicion.
B-cell predominant infiltrate with admixed reactive T-cells
Presence of B-cell predominant dermal infiltration with admixed reactive T-cells is a more common presentation of primary cutaneous B-cell LPDs which include small-to-medium-sized LPDs and large cell LPDs. The small-to-medium-sized LPDs include primary cutaneous marginal zone lymphoma (PCMZL), primary cutaneous follicular center cell lymphoma (PCFCL), follicular lymphoma, and LG. The large-sized LPDs include primary cutaneous diffuse large BCL-leg type (PCDLBCL-LT) and rare instances of secondary involvement by nodal diffuse large BCL, EBV+ diffuse large BCL, intravascular large BCL, primary effusion lymphoma, and Burkitt lymphoma.
Primary cutaneous marginal zone lymphoma
PCMZL forms about 11% of all MZL. It presents as violaceous papules or nodules over trunk and peripheral extremities in the fourth decade. There is a diffuse dermal proliferation of small centrocyte-like cells with peripherally placed lymphoplasmacytoid and plasma cells. These cells show pan-B-cell markers and BCL2 positivity with light chain restriction. [45] Primary cutaneous follicular center cell lymphoma and follicular lymphoma PCFCL is the most common cutaneous B-cell neoplasm manifesting as solitary violaceous plaques and nodules over head and neck. There is follicular or diffuse proliferation Figure 7] . [46] In contrast to the PCFCL, the secondary cutaneous involvement of skin by follicular lymphoma (FL) presents as multiple nodules with dermal infiltrate showing BCL2 positivity. [47] 
Lymphomatoid granulomatosis
LG is seen in patients with an underlying immunodeficiency and primarily involves lung with secondary involvement [48] PCDLBCL, not otherwise specified is a rare variant, has a similar histomorphology, but shows the absence of BCL2 staining. [47] 
Intravascular large B-cell lymphoma
This rare lymphoma manifests in the elderly with skin being one of the most common sites of infiltration following central nervous system. The skin lesion varies from telangiectatic to purpuric to ulcerated lesions over extremities. The neoplastic B-cells, due to a defect in homing receptors, are confined to intravascular location. The neoplastic lymphoid cells are seen to clog dermal capillaries, venules, and arterioles with minimal extravasation. These cells show pan-B-cell markers and are also positive for BCL2 with variable positivity for BCL6, MUM1, and CD10. [49] 
Secondary cutaneous involvement by nodal B-cell lymphomas
Secondary cutaneous involvement by nodal BCLs is rare. However, there have been documented reports of involvement by diffuse large BCL-activated B-cell and germinal center B-cell subtypes, EBV+ diffuse large BCL, plasmablastic lymphoma, primary effusion lymphoma, Burkitt lymphoma, and plasma cell myeloma. These entities, due to their rarity, require a high index of suspicion and correlation with immunophenotype and clinical presentation including concurrent nodal or bone marrow involvement for arriving at a definite diagnosis. [47] A summary of the salient differences between neoplastic dermal lymphoid infiltrates is enumerated in Table 7 , followed by a proposed algorithmic approach to a case with prominent dermal lymphoid infiltrate as shown in Figure 2 .
nonnEoplastIc dErmal lymphoId InfIltratEs
Cutaneous B-cell pseudolymphoma
Cutaneous B-cell pseudolymphoma presents in the middle age as a solitary nodule. The biopsy shows nodular dermal infiltrates of lymphoid cells with prominent germinal centers and tingible body macrophages. These follicles show predominant small-to-medium-sized B-cells with a high Ki67 proliferative index, negative BCL2 expression, and well-formed CD23 follicular dendritic cell network. These B-cell pseudolymphomas can be as a result of arthropod bites, infections by virus/parasites/ spirochetes, postvaccination, tattoos, and drugs. [50] Borrelia-associated pseudolymphoma Borrelia has been associated with violaceous papules or nodules usually involving the tick bite areas -ear lobe, nipple, and scrotum. The dermal infiltration is in the form of nodules with the absence of mantle zone but prominent tingible body macrophages. The infiltrate shows a prominent admixture of reactive T-cells and plasma cells. [51] Cluster differentiation 30+ T-cell pseudolymphoma These are characterized by a polymorphous lymphoid infiltrate with many scattered CD30+ large T-cells. These reactive infiltrates can have varied etiologies, including drug reaction, scabies, hidradenitis, and viral infections such as molluscum and herpes. In comparison to their neoplastic counterparts, the CD30+ large cells are singly scattered, stain less intensely with CD30, and have variable admixture of B-cells and plasma cells. [52] 
Polymorphous light eruptions
Polymorphous light eruption (PMLE) is a photodermatosis seen in sun-exposed areas of the face, chest, and upper extremities. PMLE is characterized by the presence of grouped erythematous papules. Histologically prominent papillary dermal edema with moderate-to-marked upper dermal perivascular lymphoid infiltrate rich in CD4+ T-cells admixed with an increased number of dermal Langerhans cells. [53] Jessner's infiltrate Jessner's infiltrate is an uncommon lesion characterized by self-remitting erythematous papules or plaques over cheeks, neck, and upper back. Histology shows an absence of epidermal changes or interface change. The upper and mid-dermis show a moderate perivascular lymphoid infiltrate rich in CD4+ T-lymphoid cells [ Figure 9 ]. [54] 
Tumid lupus
Tumid lupus is a distinctive skin lesion seen on sun-exposed areas of face, chest, and neck characterized by raised erythematous plaques. Unlike other forms of cutaneous lupus, epidermis does not show features of follicular plugging or basal cell vacuolar degeneration. The dermis shows a marked increase in mucin with a perivascular and perifollicular lymphocyte infiltration having an admixture of both CD4 and CD8 lymphocytes. [55] 
Pityriasis lichenoides chronica
Pityriasis lichenoides chronica is an uncommon dermatosis involving arms, legs, trunks, and buttocks as pink crops of papules progressing to lichenoid scaly lesions. The epidermis shows parakeratosis, acanthosis spongiosis, occasional necrotic keratinocytes, and focal basal vascular degeneration. The upper dermis shows moderate perivascular lymphocytic cell infiltrate rich in CD8+ lymphocytes. [56] conclusIon The above-discussed algorithmic approach to cutaneous lymphoid infiltrates needs to be applied in consort with essential clinical inputs, histopathological pattern on low power, cytomorphology of cells in terms of size and nuclear character, and interpretation of the appropriate IHC panel.
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